Patients may rarely develop a lower motor neuron syndrome (LMNS) after radiotherapy encompassing the lumbo-sacral spinal cord, roots and plexuses. The clinical picture is in most cases a paraparesis with amyotrophy and areflexia, without sensory loss or sphincter disturbances.
We report three unusual cases of LMNS following radiotherapy presenting as a monomelic amyotrophy. In one case, involvement of the other limb occurred five years later, while in the other two patients amyotrophy remained monomelic during follow up seven and eight years respectively. 4000 rads and in another third higher than 5000 rads. Delay between radiation therapy and onset of neurological symptoms ranged from three months' to 13 years. 3 All cases of paraparesis have followed irradiation encompassing the lower end of the spinal cord, either in isolation (about 50% of cases) or as part of a more diffuse irradiation. In the four patients presenting with tetraparesis, radiation fields encompassed the mantle and para-aortic areas. Cytological studies of the CSF were always normal. Magnetic resonance imaging of the thoracolumbar spinal cord has been reported in only one case"' and was normal, as in our patients.
The prognosis of LMNS following radiotherapy and the risk of further contralateral involvement in cases of monomelic amyotrophy are difficult to evaluate. In cases presenting as paraparesis, a stabilisation was usually noted after a subacute and self limited clinical course ranging from a few months to one or two years. Nevertheless, spontaneous improvement, sometimes with complete recovery, or conversely gradual worsening without remission has also been reported.256 Corticosteroids were used in some patients with paraparesis and appeared to have no effect.569 In patients with monomelic amyotrophy, the presence of contralateral neurogenic changes at electrophysiological examination seems to have no predicting value of further contralateral involvement. Two of our patients had contralateral neurogenic changes at initial electrophysiological examination: in one (case 2), the amyotrophy remained clinically monomelic during an eight year follow up; whereas in the other (case 3), clinical involvement of the contralateral lower limb occurred five years later (table) .
Regarding the nervous system involvement, the normal clinical and electrophysiological sensory examination and the absence of myokymic discharges in our three cases all argue against a radiation-induced plexopathy. [11] [12] [13] The disease process was most likely a result of a selective injury to the lower motor neuron either in the anterior horn of the spinal cord or in the lumbar and sacral motor roots. The presence of large amplitude and long duration potentials point to an anterior horn cell lesion. 
